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Introduction

43
Obesity is the most critical factor in the development of metabolic disease, with contemporary 
55
Eating in excess of metabolic needs is, in fact, the leading contributor to weight gain, obesity, and 56 subsequent morbidity. The link between stress and eating has received significant attention, given the 57 considerable overlap between the physiological systems that regulate food intake and that mediate the 58 stress response (Tannenbaum, 2010) . During stress, the hypothalamic-pituitary-adrenal (HPA) axis is 59 activated to prepare the organism for fight or fight; that is, mounting a defensive response depends on 60 available energy. Thus, the HPA axis initiates a cascade of physiological adaptations such as the release of 61 glucose into the bloodstream, thereby suppressing hunger (Gold & Chrousos, 2002) . Emotional eaters,
62
however, do not show the typical response of eating less during stress (Gold & Chrousos, 2002 (Dallman, 2010 ).
69
Self-reported stress levels have been increasing over time (Cohen, 2012 and metabolic syndrome in medical students and found that stress eaters showed significant increases in 78 weight and insulin during an exam period compared to students who reported eating less during stress 79 (Epel et al., 2004) .
80
To our knowledge, no study has examined relationships among stress eating, obesity, and 81 metabolic disease in a national sample. The overarching goal of this investigation was to assess whether 82 eating in response to stress was associated with glucoregulation. Further, we evaluated the role of waist 
114
The current analyses used data from the biological sample of MIDUS II and included 1255 115 participants ages 34 to 84 (M=54.52, SD=11.71), more than half of whom (57%) were female. Only 116 respondents who identified as White or African American were included in the current study because 117 small sample sizes precluded the inclusion of other minority groups. After excluding 117 cases due to 118 partially missing data on any variable in the analysis, or to a race other than black or white, 1138 119 participants had complete data. Table 1 includes descriptive information for all variables in the analyses.
120
Measures
121
Glucoregulation was indexed using three primary biological measures (fasting glucose, fasting The other composites were dichotomous categorizations that used criteria from the American Respondents were asked to indicate how they "usually experience a stressful event," two options of 143 which were "I eat more of my favorite foods to make myself feel better" and "I eat more than I usually 144 do." Responses ranged from 1=a lot to 4=not at all. Responses to the two items were reverse coded and 145 summed so that higher scores indicated greater use of food in response to stress. The correlation between 146 the two items was .81 in the nondiabetic subsample and .80 in the full analytical sample.
147
All models were multivariate-adjusted for relevant covariates. Age, household income, and 148 education (12 categories ranged from no school to completion of a professional degree) were treated as 149 continuous variables. Race (black or white) and gender (male or female) were categorical variables.
150
Data Analysis
151
Hierarchical multiple regression models were used to predict waist circumference and glycemic were log-transformed to achieve normal distributions. Binary logistic regression models were used to 154 predict prediabetes and diabetes status. Age and income were rescaled in the regression models such that 155 one unit in the age variable was equal to 10 years and one unit in the income variable was equal to 10,000 156 dollars. We employed Baron and Kenny's (1986) criteria for testing waist circumference as a mediator.
157
Additionally, we estimated percent explained (PE), a summary measure of the indirect effect that clarifies 158 the extent to which the effect of stress eating on the different indicators of glucose metabolism was 159 mediated by WC.
160
Preliminary analyses tested for gender, age, and race differences in the associations between using 161 food to cope and glucoregulation by estimating a model with three two-way interaction terms created by 162 multiplying combinations of gender, age, and race by stress eating. Since none of the interactions was 163 significant, the entire sample was analyzed as one group. All models included all covariates (age, gender, 164 race, education, and household income).
165
Results
166
Descriptive statistics are presented in Table 1 
Discussion and Conclusions
192
The objective of this study was to examine relationships between stress eating and clinically processes that underlie energy imbalance and behavioral responses to it is critical for developing effective 248 preventive and interventive efforts related to obesity and its disease sequelae. 
Highlights 387
• We investigate whether stress eating predicts health in a national sample of adults. 388
• Specific outcomes include nondiabetic glycemic control, pre-diabetes, and diabetes. 389
• We find that stress eating predicts these outcomes. 390
• Waist circumference mediates the relationships between stress eating and health. 391 392
